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The obstruction of coronary blood vessels causes tissue damage and induces local
inflammation reaction. The increase of the damage results in coronary artery disease.
Macrophages activated by injured cell can release some cytokine including IL-6
which can stimulate hepatocyte to produce acute phase protein. In this study, we
measured levels of free radical and IL-6 in 26 patients with unstable angina and 49
people with normal healthy. We also assessed the antioxidants in the blood (bilirubin,
uric acid.). Our study demonstrates that raised levels of free radical and IL-6 are
common in unstable angina. Furthermore, bilirubin, an antioxidant in the blood was
lower with the unstable angina. In comparison with uric acid, another antioxidant,
which had no such phenomenon. (J Intern Med Taiwan 2002; 13: 230-236 )
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- D HEERHA BT

Control UA p value
(n=49) (n=26)
#d# 0 T30 (FF) 59039-82) 67(51-86) NS
Bul > g /4 32/17 18/8 NS
BT A d (%)
TER R 9(18.3) 11(42.3) 0.03
W s 00) 2(7.7) NS
B = B 1(2.0) 5(38.5) 0.02
e T A > mg/dL 202.1142.5%  213.4142.8 NS
LDL » mg/dL 12814344 130.1£33.5 NS
NS : not significant. p>0.05
% meantSD
-  HRErSUARBRA2ZPpd A% -hsCRPfr IL-6 2 Fip M thdiccrnt fi
Group Item

free radical free radical free radical IL-6 and hs-CRP
and IL-6 and bilirubin and hs-CRP

Control*
r value 0.379 0.099 0.167 0.787
p value 0.010 0.504 0.261 <0.001
UAX
r value 0. 246 0.107 0. 280 0.721
p value 0. 257 0.628 0.196 <0.001

X The values of pand r are adjusted for covariates; hypertension and family
history of CAD.

2= CADEERF LR 27 R 7F)F B %

VO TF] S+ control UA odds 95%CI DE
#wp (%) ratio

RIE T ¢ 49(18.4) 26(42.3) 3.3 1.1~9.4 0.029

B oo B 49(0.02) 26(19.2) 11.4 1.3~103.9 0.031

IL-6 (>4pg/ml) 49(0.08) 26(23.1) 37.5 9.5~147.6 <0.001
free radical 49(22.4) 26(34.6) 6.5 2.3~18. 7 <0. 001
(>5000counts/10sec)

hs-CRP (>5pg/ml)  49(10.2)  26(50) 10.3 3.1~34.2 <0.001



Bilirubin (>1mg/dl) 49(40.8) 26(3.8) 0.058 -0.007~-0.464 0.007

X oA R AR E A

60000

* 0. 05, *k%: p<0.01 for the

values of free radical in the group with normal control compared to UA.
Bl- UA&¥HRe2 >0 pd AZRE - FBE T PMAgZ2 3%+t - 2Fai
_a o

——p<0001 ——
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** 1 p<0.001 for the values of bilirubin and uric acid in the group with normal control
compared to UA.
1= : Bilirubin £ Uric acid &%t 22 UA & # 2 2 E



